. The toxic shock syndrome toxin gene (tst), the PVL genes (lukS-PV and lukF-PV), and accessory gene regulator alleles (agr types 1 to 4) were detected by PCR as previously described (10, 13, 14, 18) . Pulsed-field gel electrophoresis of genomic DNA was performed after SmaI digestion as previously described (10), and multilocus sequence typing was performed as described by Enright et al. (11) .
The most frequently detected toxin genes were the PVL genes (45/61 isolates, 72%). The PVL genes were harbored by a major clone accounting for 44 of the 45 PVL-positive isolates. This clone had the following characteristics: sequence type 80 (ST80), agr type 3, and SCCmec type IV. The PFGE patterns of these 44 isolates showed more than 80% similarity (Fig. 1) . Forty-three isolates (97.6%) were resistant to kanamycin, 38 (86%) were resistant to fusidic acid, 32 (73%) were resistant to tetracycline, 11 (25%) were resistant to erythromycin, 7 (16%) were resistant to ofloxacin, 5 (11.3%) were resistant to clindamycin, 3 (7%) were resistant to gentamicin, 2 (4.5%) were resistant to pristinamycin, 1 (2.3%) was resistant to chloramphenicol, and 1 (2.3%) was resistant to rifampin (Table 1) . Another PVL-positive clone was represented by a single isolate (ST5, agr type 2, SCCmec type IVA). PVL-positive isolates caused 18 (86%) of the 21 community-acquired infections and 27 (67.5%) of the 40 hospital-acquired infections.
PVL-positive MRSA strains thus appear to be widespread in Mustapha Pacha Hospital, although it is possible that the patients concerned were nasal carriers on admission (23). The high incidence of H-MRSA infection associated with PVLpositive S. aureus strains suggests the occurrence of a hospital outbreak due to this clone. Health care workers can also disseminate MRSA (2, 22, 27) . The carriage rate of PVL-positive MRSA in the Algiers community is not known, but a high carriage rate might lead to an increase in hospital infections.
PVL-positive ST80 C-MRSA strains are usually resistant to oxacillin, kanamycin, tetracycline, and fusidic acid (28) , and it is particularly worrisome that we detected multidrug-resistant, PVL-positive MRSA causing hospital-acquired infections. Three of our PVL-positive MRSA isolates were resistant to both gentamicin and ofloxacin, drastically restricting treatment options. Two other PVL-positive MRSA isolates were resistant to ofloxacin but susceptible to gentamicin.
Among the C-MRSA isolates, a minor clone (ST37, agr type 3, SCCmec IVA) was detected in two patients and was found to harbor the tst gene. TSST-1-positive C-MRSA strains with an agr (2-4) . The last two H-MRSA isolates were agr type 3, SCCmec IV, and ST80 or ST635 (a single variant of ST80). Both were PVL negative but were related to the major PVL-positive clone of ST80. As PVL is encoded by phages, these two isolates may have lost the PVL genes (21) .
These results show a very high prevalence of PVL-positive MRSA in Mustapha Pacha Hospital in Algiers. These strains were resistant to multiple antibiotics, including gentamicin and ofloxacin. The treatment options in the case of multiple-antibiotic-resistant MRSA strains included cotrimoxazole or pristinamycin for minor infections and glycopeptides for severe infections. Poor infection control procedures in this institution may have enabled community-acquired ST80 MRSA to supplant true hospital-acquired MRSA (ST5, ST239, ST241, and ST637). Local physicians must be informed of the emergence of such highly virulent strains and must also be aware of their implications for empirical treatment.
